but, in addition to cardiocotograms, it only provides evidence of fetal intolerance to labour without identifying the cause.2
The model therefore has a grey area: cases without a recognised cause for their cerebral palsy, for whom the first sign of a problem is intolerance to labour. For this reason the maximum likelihood we assigned to birth asphyxia as the cause of spastic cerebral palsy was "very likely".3 Events justified this caution, when, in a subsequent study we found that one of our "very likely" cases had two other similarly affected family members (one of whom had no evidence of intrapartum asphyxia), making familial cerebral palsy more likely.4
If cause cannot be unequivocally assigned to the intrapartum period, the precise proportion of cases potentially preventable by intrapartum care cannot be determined. A lower limit might be obtained by requiring a potentially brain damaging intrapartum event unrelated to the prior neurological status of the fetus, followed by neurological encephalopathy. This assumes that it is statistically unlikely for an independent emergency to occur in already severely compromised fetus. The data given by Gaffney et al show that the lower limit is between 0 and 8 cases (0-3.8%), depending on the proportion of the eight cases who received suboptimal care for their obstetric emergency. An upper limit could be obtained from the proportion deemed to receive suboptimal care for their signs of fetal distress, assuming that these cases all had normal brains prior to labour in the absence of a recognised prenatal cause. I feel that this upper limit will underestimate it, but until we can determine the neurological status immediately before and after labour, we cannot be more precise. EVE 
